Case 2
A 22-year-old man who had taken heroin for six months presented with pain, weakness and distal paraesthesia in the right leg. On examination there was swelling of the right gluteal area. There was weakness of the finger flexors of the left hand with sensory loss in the palm. In the right leg there was weakness of the quadriceps and iliopsoas muscles and paralysis of the foot flexors and extensors, with sensory loss in the right foot and of the medial part of the calf. Creatine kinase level was 31000 U/l, serum myoglobin 92 ,ug/l; urinary myoglobin was not detectable.
Case 3
A 20-year-old man was found comatose after he resumed heroin abuse following an abstinence of three months. After administration of naloxone he regained consciousness and complained of weakness and sensory loss in the right hand and foot. On examination he had pin-point pupils and a swollen warm right upper leg. There was a paralysis of the right hand and finger extensors and weakness of the right foot and toe extensors. Sensation was diminished on the anterior part of the right lower leg. The right ankle jerk was absent. CK level was 7000 U/l; serum and urinary myoglobin were not detectable. A 29-year-old man with a long history of heroin addiction took a heroin dose after a long busdrive from Spain. He had been abstinent for eight months. After a few hours he noticed pain and weakness in the right leg. Examination showed gross swelling and tenderness of the right upper leg. There was severe weakness of the flexors and extensors of the right foot and sensation was diminished in the dermatomes L5 and S1. Lasegue's sign was positive and the right ankle jerk was absent. Laboratory findings were CK >10000 U/l, sodium 127 mmol/l, potassium 7-9 mmol/l, BUN 22 mmolIl, creatinine 420 ,umol/l, serum myoglobin 59500 Ag/l; urinary myoglobin was not detectable. Shortly after admission he became anuric and was treated with haemodialysis. Case 6 A 36-year-old man resumed abusing heroin after being abstinent for twelve months. The next day he complained of weakness of the left arm and leg. He had flaccid paralysis of the entire left arm and weakness of the left quadriceps muscle. Sensation was diminished distally in the arm and on the medial aspect of the left leg. The left arm reflexes and the left knee jerk were absent. CK level was 12760 U/l, serum myoglobin 3000 ,ug/l, urinary myoglobin 14 41g/l. A 23-year-old man was unable to stand on his right leg after a two hour nap. He complained of a painful right leg. Although he denied heroin abuse during the last four months opiates were found in his urine. On examination the entire right leg was paretic with exception of the quadriceps muscle. Sensation was diminished below the knee and the ankle jerk was absent. CK level was 12500 U/l, De Gans, Stam, van Rhabdomyolysis in intoxicated patients is generally regarded as caused by muscle compression during coma. 6' I " In six of our seven patients however, rhabdomyolysis was not preceded by coma or other evidence of muscle compression. Consequently we believe that severe muscle compression is not a decisive factor in the development of rhabdomyolysis. This confirms the observations of Richter et al" who also described acute rhabdomyolysis in heroin addicts without preceding coma. Their patients had 
